Two women presented with transient low radioiodine uptake thyrotoxicosis and a small painless goitre. Thyroid cytology revealed thyroiditis but they had no thyroid autoantibodies. When followed after a succeeding delivery none of these women developed post-partum thyroid dysfunction in contrast to women in the autoimmune group. Probably the aetiology of thyroid dysfunction in these 2 women was different.
post-partum onset of thyroid dysfunction have been seen in our clinic. Five women had high radioiodine uptake thyrotoxicosis (Graves' disease) . Twelve women had hypothyroid symptoms starting within 3\p=n-\6months of delivery. All of these women had thyroid microsomal and/or cytoplasmic autoantibodies and thyroid lymphocytic infiltration suggesting aggravation of pre-existing subclinical autoimmune thyroiditis (Hashimoto's disease). At follow-up thyroid function gradually improved in all but signs of persistent thyroid hypofunction remained in seven. Thus women developing symptomatic postpartum hypothyroidism should be followed regularly and when thyroxine treatment is commenced in the post-partum period, it has to be continued indefinitely in many cases.
Two women presented with transient low radioiodine uptake thyrotoxicosis and a small painless goitre. Thyroid cytology revealed thyroiditis but they had no thyroid autoantibodies. When followed after a succeeding delivery none of these women developed post-partum thyroid dysfunction in contrast to women in the autoimmune group. Probably the aetiology of thyroid dysfunction in these 2 women was different.
The description of post-partum transient hypothy¬ roidism in women with autoimmune thyroiditis (Amino et al. 1976a ) and post-partum transient thyrotoxicosis with painless thyroiditis (Ginsberg & Walfish 1977) has been followed by several similar case reports (for review see Hamburger & Miller 1981 ). The aetiology of these different expressions of post-partum thyroiditis is controversial although autoimmune thyroiditis has been suggested in most cases (Hamburger & Miller 1981) .
Recently Amino et al. (1982a) (Hoffbrand & Webb 1978) .
In (Willems & Löwhagen 1981) . Thyroid function gradually improved and be¬ came normal after 2 and 1V2 months, respectively (Fig. 1) . At follow-up 2 years post-partum fineneedle aspiration biopsy was normal in both cases. Thyroid function, including TRH-test, was normal and there were no thyroid autoantibodies. Both women have been examined frequently after their third delivery (Fig. 1) (Amino et al. 1976b ) this woman may also belong to the same group. All these women probably had a previously asymptomatic autoimmune thyroiditis exacerbating in the postpartum period. The post-partum aggravation may be due to changes in immunological regulation after delivery allowing expansion of immunocompetent cell clones directed against thyroid antigens (Amino et al. 1980 ).
In 5 of these 12 women initial thyrotoxic symp¬ toms were reported and in one of these a low RAIU was found. The thyrotoxic phase probably is caused by cytotoxic destruction of thyroid cells with leakage of thyroid hormones into the circulation. This was probably also the mechanism in case 10, who previously had been treated for Graves' thyro¬ toxicosis but also showed signs of autoimmune thyroiditis. When seen 1 month after post-partum recurrence of thyrotoxic symptoms, she had sub¬ clinical hypothyroid function indicating a previous destruction-induced thyrotoxicosis as recently de¬ scribed in similar patients (Amino et al. 1982b; Taylor & Sheeler 1982) .
The hypothyroid phase is considered to be tran¬ sient in most cases (Amino et al. 1982a) (Dorfman et al. 1977) . It can be assumed that many of these reported patients were suffering from an aggravation of pre-existing asymptomatic auto¬ immune thyroiditis. We perform RAIU measure¬ ment in all thyrotoxic patients referred to us and during the entire study period we have only en¬ countered 3 women (cases 8, 13, 14) with low RAIU with the exception of apparent cases of painful (de Quervain's) thyroiditis (Table 2 ). The observed differences may be due to the high iodine intake in USA since it is known that iodine may precipitate thyrotoxicosis especially in cases with autoimmune thyroiditis or other types of goitre (Vagenakis & Braverman 1975 
